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Traction Celestin tubes are commonly used for palliation of dysphagia in carcinoma of oesophagus, despite a tendency to functional or structural failure while in situl4. A cause of tube obstruction reported on one previous occasions was a bubble of fluid in the tube wall. Here we report a second case of Celestin bubble and suggest a simple way to rectify it.
CASE HISTORY
A man aged 52 underwent laparotomy for adenocarcinoma of the gastro-oesophageal junction. Trial dissection revealed that the tumour was invading the pancreas, so further dissection was abandoned. In view of the patient's dysphagia, a traction Celestin tube (Ambleletin Ltd, UK) was placed across the obstruction. The patient received radiotherapy postoperatively (a total of 3593 cGy in 19 treatments over 46 days). Radiotherapy had to be stopped at this stage (89th postoperative day) because of the onset of vomiting which was thought to be due to radiation. Over the next few days the patient's swallowing worsened despite medical treatment. A barium swallow fourteen weeks postoperatively revealed complete blockage of the tube and a rounded radiolucent shadow within the contrast which was taken for a food bolus ( Figure 1) .
The next day fibreoptic oesophagoscopy was attempted but proved impossible because of retained barium. A rigid oesophagoscope was passed and the upper end of the tube was identified. Attempts to clear the tube failed and it was removed. There were at least three gas filled blisters in the wall of the tube, kinking and distorting it. The largest blister was 6 cm across at the time of removal. The blisters were also bulging within the lumen of the tube, reducing it to the point of occlusion ( Figure 2 ). Celestin tube photographed immediately after removal COMMENT The Celestin bubble described by Hamilton and Gibbonss was a bubble of water within the wall of the tube, ascribed to the hydrophilic properties of latex. However, in our case the blisters were full of gas; on review of the X-rays, the Thoracic Surgical Unit, Norfolk and Norwich Hospital, Norwich, UK Correspondence to: Mr I H Khan, 54 Victoria Tower, Broadway, Belfast BT1 2 6HJ, UK 'impacted bolus' was indeed so radiolucent as to suggest gas. Like Hamilton and Gibbons, we suggest that this kind of obstruction could easily be remedied by endoscopic puncture of the blister.
Could the blistering have been due to the radiotherapy? No radiotherapy was used in the case reported by Hamilton and Gibbons and their tube had blistered to cause complete dysphagia by the fifth postoperative day. It is noteworthy that the Celestin tube in our case was probably beyond its 'use-by' date.
Presentation of colonic carcinoma via genetic testing in the offspring
A Huang BSc FRCS1 E Hombrey MB BSc' J A Hurst MRCP2 J H Tweedie MS FRCS1 J R Soc Med 1998; 91:91-92 Familial adenomatous polyposis is an autosomal dominant condition with more than 90% penetrance, and the genetic mutation has been located to the short arm of chromosome five1. Gardner's syndrome is a disease variant, exhibiting extracolonic lesions including multiple epithelial cysts, desmoid tumours and osteomas in addition to multiple colonic polyps. Genetic tests will allow presymptomatic diagnosis of familial adenomatous polyposis in the relatives of those with the genetic mutation2. We describe a patient in whom Gardner's syndrome was diagnosed only when her child underwent chromosomal analysis because of minor facial dysmorphic features.
CASE HISTORY
A 34-year-old primigravida gave birth to a son who showed mild dysmorphic features (brachycephaly, epicanthic folds and bilateral simian creases). On chromosomal analysis the son and subsequently the mother were found to have identical pericentric inversion of chromosome five with break points at pl5.1 in the short arm and q22 in the long arm. There was no gain or loss of chromosomal material at the level of light microscopy.
It was only on direct questioning that the patient disclosed a one year history of rectal bleeding with passage of mucus. Stool frequency had also increased in the previous two months. Her appetite and weight were normal. Multiple lipomata and epithelial cysts had been excised from the forearms ten years previously and a bony tumour had been removed from the foot as a child. Her father had died aged 29 of colonic carcinoma with hepatic metastases and her only sister had been stillborn.
At colonoscopy multiple polyps were found throughout the colon with a malignant stricture in the sigmoid colon. She underwent a total colectomy and ileorectal anastomosis. The liver was normal by palpation. The resected colon contained two ulcerating tumours, one in the caecum and the other in the sigmoid colon. In addition there were multiple pedunculated polyps, concentrated especially in the distal sigmoid; sessile polyps were also scattered throughout the colon. Microscopy revealed a moderately differentiated invasive adenocarcinoma in the sigmoid colon with full-thickness bowel wall invasion and pericolic fat infiltration. The resection margins were clear of tumour and three out of five lymph nodes related to this tumour showed metastatic carcinoma; the highest lymph node was clear of tumour. Two of the distal polyps (tubulovillous adenomata) also showed early invasion of the stalks. The ulcerated caecal tumour and four other polyps were tubulovillous adenomata without evidence of invasion. She underwent adjuvant chemotherapy (5-fluorouracil and folinic acid) but did not complete the twelve-month course because of central line sepsis and pulmonary emboli.
One year later she returned with a right hypochondrial mass and at re-laparotomy an 8 cm retroperitoneal mass was found involving the origin of the superior mesenteric artery with small bowel adherent at the duodenojejunal flexure. This was judged to be non-resectable. There was a similar 3 cm mass in the left anterior abdominal wall. Biopsies of these lesions revealed desmoid tumours.
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